Intraperitoneal rupture of the bladder often has a delayed presentation, since it tends to follow hypogastric trauma in intoxicated patients (Wilson Carswell 1974) . We report a case of recurrent traumatic vesical rupture, for which no precedent can readily be found. There was no underlying urological abnormality.
Case report A 64-year-old man was admitted, having been run over by a motorbike outside a public house. He was drowsy and smelt strongly of alcohol. Apart from superficial lacerations, the only apparent injury was an extensive fracture of the left parietal bone. The following day he developed generalized abdominal pain, associated with tachycardia and minimal urinary output. The abdomen was tense and bowel sounds were absent. Plain abdominal radiographs showed a 'ground-glass' appearance with separation of small bowel loops. Laparotomy was performed and a large intraperitoneal rupture of the dome of the bladder was repaired with two layers of chromic catgut. A minor capsular tear of the spleen was also noted. Transurethral catheter drainage was continued for 9 days and the patient made an uneventful recovery.
Four months after the original injury the patient reappeared in the Accident and Emergency department with mild facial injuries when he tripped over a low fence whilst drunk. Since no other injury was detected, he was discharged but returned two days later complaining of lower abdominal pain. He had not passed urine for two days and had had no desire to do so. On examination the abdomen was general1y tender but the bladder was impalpable. He subsequently developed a paralytic ileus and X-rays again showed a 'ground-glass' appearance. At laparotomy, in addition to multiple adhesions, he was noted to have a further rupture of the bladder through the dome. The site of rupture was in close proximity to the previous injury, although the multiple adhesions obscured the exact position of the scar. The injury was treated as before. Subsequent intravenous urography showed no obstruction to the bladder outflow. He was discharged after 2 weeks and has had no further problems.
Discussion
Intraperitoneal rupture of the urinary bladder is about six times less common than extra peritoneal rupture (Requarth 1959) . The injury usual1y follows a blow to the lower abdomen, particularly in drunken males with full bladders (Mitchell 1971 , Wilson Carswell 1974 ). An initial delay in diagnosis may have no serious consequence if the urine is sterile (Mitchel1 1971), but prolonged delay in treatment can result in profound electrolyte disturbance, paralytic ileus, septicaemia, and death (Ko et al. 1964 ,Thompson et al. 1965 . The optimal management of these patients remains in question. Although some early cases can be treated by bladder drainage alone (Richardson & Leadbetter 1975) , delayed diagnosis necessitates operative drainage of the contaminated peritoneal cavity (Thompson et al. 1965) .
The difficulty in obtaining an accurate history underlines the need to consider this diagnosis in any inebriated patient complaining of abdominal pain, especially if there is any urinary disturbance. Investigations can be deceptive, since plain abdominal radiographs or even excretion urography may not demonstrate the lesion. Mere catheterization of the bladder can also be misleading, as normal urine may drain satisfactorily. Retrograde cystography is the most accurate method of diagnosis (Cass 1979) .
Spontaneous rupture of the bladder, which may be recurrent, is usually associated with prostatic and vesical abnormalities (Wheeler 1972) ; in this patient, however, there was no history of urinary disturbance and the prostate was normal on examination. As with uterine rupture after caesarian section (Yussman & Haynes 1970), recurrent vesical rupture might be expected should the predisposing causes recur. It is therefore surprising that there is no previous case on record. Since the establishment of the technique of selective visceral angiography (Baum et al. 1965) , arteriovenous malformation (angiodysplasia, ectasia) of the gut has been recognized as an important cause of gastrointestinal bleeding in those aged over 65 years (Welch et al. 1978) .These lesions, often less than 5 mm in diameter and multiple, are found most commonly in the right colon and may account for 25% of lower, often recurrent, gastrointestinal bleeding in the elderly (Boley et al. 1979) . Rarely, similar angiomatous lesions have been described in the small bowel and stomach (Lewis et al. 1978 , Tarin et al. 1978 . The purpose of the following case report is to remind clinicians (especially geriatricians) that in cases of recurrent upper gastrointestinal haemorrhage with no obvious cause, arteriovenous malformation should be considered. Also, angiography may be of therapeutic as well as diagnostic value.
Case report
Mr GG, a 74-year-old retired foreman, was admitted three times between January 1979 and March 1980 with haematemesis and melaena. On each occasion he complained of dull, aching, epigastric pain for several days, then vomiting 1-2 pints of bright blood followed by passage of melaena stool for 2-3 days. There was no history of recent excessive alcohol or analgesic ingestion, except that for several days during the week prior to his second admission in February 1980 the patient had taken a number of Phensic tablets (a proprietary aspirin containing analgesic) for an episode of influenza..However, at least four days had elapsed between stopping the Phensic and the onset of abdominal pain and haematemesis. The patient's general practitioner had diagnosed angina in 1978, following some chest pain on exertion and this had settled with propranolol and glyceryl trinitrate. In relation to each admission the patient had mild to severe exacerbation of his angina, though hypotension and shock were documented on only one occasion.
The haemoglobin never dropped below 9.4 g/dl and was usually treated with intravenous fluid, 2-3 units of blood and oral iron. Faecal occult bloods were positive on each occasion. Clotting screen was normal, barium meal on two occasions was normal. Gastroscopy was performed during each admission. The first examination was reported as normal, revealing no site for bleeding. A year later, in January 1980,gastroscopy showed bleeding from the fundus on the greater curve and though a clot was obscuring the-view the mucosa looked abnormal. Gastric biopsies taken on this and four other occasions showed intestinal metaplasia. The patient re-bled two months later and this time gastroscopy showed no fresh bleeding but a small haemangioma on the greater curve. Biopsy at this site produced fresh, brisk bleeding. A week later repeat endoscopy confirmed on the greater curve the presence of a reddened area consistent with an arteriovenous malformation.
The patient went on to have a superior mesenteric angiogram which was normal and a coeliac axis angiogram which showed a very dilated vein rising from the mid-portion of the greater curve of the stomach. No other pathology was demonstrated.
At laparotomy the gallbladder contained stones, so a cholecystectomy was performed. Large and small bowel were normal. The stomach looked normal externally even with illumination from within. A gastrostomy was required to find the lesion. A posterior gastric ulcerative lesion was excised submucosally and the defect was oversewn. Histology reported the presence of foci of haemorrhage in the lamina propria and marked thickening of the muscularis mucosae. The submucosa was infiltrated with fat and contained numerous large vessels with thickened walls. Postoperative recovery was uneventful except for a minor wound infection. At follow up six months later there was no further bleeding and the haemoglobin was 12.8gldl. The only complaint the patient had was of abdominal protrusion from an incisional hernia.
Discussion
Reports of gastric angiodysplasia are still relatively rare. However, with the growing use of angiography the number of cases is increasing, as witnessed by the diagnosis at the Hammersmith Hospital of two cases of gastric angiodysplasia in CO 1981 The Royal Society of Medicine
